It is universally accepted that surgery for acute type A aortic dissection should be aimed towards the exclusion of the ascending aorta associated with aortic valve repair or in exceptional cases valve replacement. The optimal technique to reach this goal in acute situations is by using a short period of deep hypothermic circulatory arrest, if necessary, supplemented by antegrade brain perfusion when an arrest period longer than 30 min is anticipated. As, in general, the actual mortality continues to be high (±25%) [1] , a surgical extension into the arch has to be justified. Therefore, it becomes more disputable when we are aiming at the aortic arch in these emergency situations. In specific conditions (arch tears, associated arch aneurysm, complex arch dissection, connective tissue disease, atheromatous arch, etc.), again rather an exception than the general rule, it can be interesting, in view of the future, to replace the arch partially or totally. Few authors have indeed shown that, in their hands, this extensive arch approach is not necessarily related to a higher mortality.
Adding a procedure on top of this with the intention to induce thrombosis of the downstream-false lumen, because a patent-false lumen will promote dilatation and aneurysm formation in the long run, makes things even more delicate. But most aortic surgeons will translate this as a short-sighted viewpoint.
The authors of this paper, published in the European Journal of Cardio-Thoracic Surgery [2] , have tackled this difficult and complex problem by using a bare metal stent introduced into the distal aortic arch or proximal descending aorta. Alternatives are actually the use of an elephant trunk, beit frozen or freefloating, although these techniques are more adopted for chronic dissections. For the frozen elephant trunk, it has been shown now that false lumen thrombosis can be promoted, at least in the proximal downstream aorta. Though the patient number is small and the authors realize this, their conclusion is unclouded too: it does not work. Their hospital mortality is similar to what can be expected but their goal to promote thrombosis of the false lumen is not pursued. In 67%, there was continuing antegrade perfusion. Why? Because the configuration and radial forces of the bare metal stent apparently do not succeed in joining together the dissected aortic layers. According to the authors, this failure is related to the discrepancy between the static diameter of the stent versus the very dynamic and variable diameter of the aorta in diastole and systole. Using dynamic imaging modalities, their theory could be illustrated and proved. They add the potential risk that the sharp edges of the stent might cause a perforation with catastrophic consequences as with thoracic endovascular aortic repair in chronic type B dissection.
Late morbidity and mortality after a successful repair of an acute type A dissection are mostly related to problems with the descending aorta. Despite all actually possible techniques, about 70% of patients after surgery for acute type A preserve a patentfalse lumen and in about 50% subsequent aneurysm formation will follow. If we want to improve the long-term results, we will have to aim at complications related to this. Other factors such as blood pressure control, although some authors found this controversial, may also play an important role and can easily be controlled.
Although the authors do not succeed in reaching the goal of thrombosis of the false lumen, they are to be congratulated for the fact that they have tried to solve an awfully arduous problem. Nothing ventured, nothing gained. In the mean time, we have to keep our focus on the reduction of hospital mortality.
